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Reperfusion of ischemic tissues or cells is the most common pathologic processes in clinical
damage. Because the mechanism of IRI has not been fully elucidated, the main idea now is the 67 outbreak of oxygen free radicals，calcium overload, energy metabolic disorders, endothelial 68 dysfunction, neutrophil infiltration, apoptosis, and mitochondrial damage, etc. particularly in 69 myocardial tissue [1, 2] . However, Myocardial I/R Injury diseases, for instance, coronary heart 70 disease (CHD) are some of the leading causes of death and disability worldwide. 7,254,000 What's more, the therapeutic effects and intervention on them are not satisfactory in recent years 73 [4]. Therefore, it is of great clinical significance and imperative to study the molecular 74 mechanism of myocardial I/R injury and find new targets for intervention. 
89
In this editorial, we will briefly review the features of pyroptosis and its role in myocardial I/R 90 injury, to highlight the significance of pyroptosis during IRI, to inspire some new directions for 91 the research of molecular and cellular mechanisms of pyroptosis, and to provide the emerging 92 therapeutic strategies for protecting the myocardium from its detrimental effects. 
Morphological and Molecular Features of Pyroptosis
95
Pyroptosis is a kind of regulated cell death which mediated through the inflammatory cysteine- propidium iodide (PI) positive reaction was no more to be considered as a criterion for apoptosis.
109
It is reported that PI can enter pyrophosphate cells and insert into nuclear DNA, releasing red 
139
Figure1. The caspase-1-dependent and caspase-1-independent pathways of activating cell pyroptosis. 
The phenomena of pyroptosis the myocardium during I/R injury 181
The current studies have indicated that the phenomenon of pyroptosis occurred in myocardial inflammasome and a caspase-1 were detected in heart tissues from C57Bl/6 male mice after 202 being exposed to cardiac ex vivo I/R injury. 
Possible mechanism of cell pyroptosis during myocardial I/R injury 215
Ptosis is a key process to mediate myocardial damage after I/R. Previous investigations have (miRNAs) has been considered to be a key regulator of cellular processes such as differentiation, 228 survival, and death. And the development of pyroptosis is also regulated by miRNAs in a way.
229
Although it was not sufficient to draw any significant insights on the role of miRNAs in 230 pyroptosis because of the limited studies, it might still make sense to offer some feasible The caspases cleave to restrain the activity of its domain that executes pyroptosis though the 257 pore-forming activity. It has been found to be a chemotherapeutic drug for most cancer cells and
258
shows GSDME-dependent activation of Caspase-3 in pyroptosis. On this account, we can assume further explore appropriate therapeutic targets.
273
As an emerging researching field that combines inflammation reaction and PCD, pyroptosis 
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The authors declared that they have no conflicts of interest to this work. Figure1. The caspase-1-dependent and caspase-1-independent pathways of activating cellpyroptosis. LPS of gram-negative bacterium can bind to caspase-4/5/11 and activates them directly. The activated caspase-4/5/11 cleavages GSDMD into a C-terminal domain and a Nterminal domain. Every 16 N-terminal domains join together to form a GSDMD pore with its diameter of about 10-21nm. Molecules with smaller diameters, like water, sodium, potassium, IL-1β and IL-18 may leak out through the pore. NLRP1, NLRP3, NLRC4 and AIM2, respectively, activates caspase-1, whose activated forms, partly, promote the maturation of IL-1β and IL-18, and partly, cleavage GMDMD, inducing cell pyroptosis. caspase-4/5/11α=activated caspase-4/5/11; caspase-1α=activated caspase-1
